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To investigate the immunity characteristics of a conserved sequence on the C
terminal region of the human papillomavirus major protein L1 "
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Abstract: Objective
which is located in the C terminal of HPVL1. Methods
based on this sequence. The amount of CD3" ,CD3" CD4" or CD3" CD8" lymphocyte of the mouse spleen was detected by Flow cy-

To investigate and detect the immunity characteristics of a conserved sequence including 30 amino residues

The immune model of mouse was establish with a polypeptide synthetized

tometry, then the value of CD4" / CD8" were calculated. The cell proliferation was detected by MTT assay. Sample was took from
(1) The amount of CD3™
CD8" lymphocytes and the value of CD4" /CD8" were significantly increased than control group(P<C0. 05). (2) The result of T cell

the cell supernatant to detect the content of II.-4 and IFN-y by double antibody sandwich ELISA. Results

proliferation showed no significant difference (P>>0. 05). (3) The level of IL 4 were significantly higher than that of control group
(P<C0.01). The content of IFN-vy level showed no significant difference compared with control group (P>>0. 05). Conclusion The
results showed that it was affirmative that the polypeptides induced humoral immunity, which was worth to be furtherly studied as
a preventive vaccine. But its cell immunogenicity is weak,and the attenmpt to induce the response related to the cell immunogenicity
was failed,and the immunogenicity of the peptide remains to be improved.
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> 5 min, 2 YK PBS ¥£i%.0. 5 mL PBS @ & Ui iE. L AL4#r
(EPICS XL-4 B3 204l Ml 43 BT R 50D
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